States show that atopic dermatitis

(AD) disproportionately affects African
Americans (AA) in comparison to other ethnic
populations. For example, approximately
19.3 percent of AA children are impacted by
AD compared to 16.1 percent of European
Americans (EA) and 7.8 percent of Hispanics.
Worldwide, AD was found to be more
prevalent in Africa and Oceania in comparison
to India and Europe.’

AD is a multifactorial, complex skin disorder
that has recently been shown to have key
molecular phenotypic differences among
varying ethnic populations. One study showed
that AD among AA has decreased TH1 and
TH17 but share similar upregulation of Th2
andTh22, as seen in EA patients.* Another
study showed that in Asian populations,
there is markedly higher TH17 and TH22
and lower TH1/interferon in comparison
to EA patients.® Histologically, AD skin in
both EA and Asian patients is characterized
by epidermal hyperplasia. However, Asian
patients show features most commonly seen
in psoriasis histology, such as prominent
epidermal hyperplasia, elongated rete
ridges, parakeratosis, and hypogranulosis.®
These studies demonstrate that there are
immunologic variabilities between various
racial groups. Further studies are needed
to examine and identify other phenotypic
variabilities among other ethnic populations.

Population studies within the United
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VARYING SIGNS AND
SYMPTOMS

While AD among all races presents with itch
being the hallmark symptom, the appearance
of skin lesions has variability among different
skin types. In lighter skin types, AD classically
presents with erythematous patches and
plaques affecting flexor surfaces. In darker
skin types, AD has a greater propensity for
papulation, lichenification (Figure 1), and
pigmentary changes. It also favors extensor
surfaces in skin of color.” Erythema in darker
skin types often presents as a violaceous hue,
an ashen gray or darker brown color (Figure
2). Since erythema is more difficult to detect

in darker skin types, clinicians can mistakenly
minimize disease severity in patients with AD.
Black/African patients also have an increased
tendency for hyperlinearity of the palms,
periorbital dark circles, Dennie-Morgan lines,
and prurigo nodularis (Figure 3).2 AD in Asian
populations often has psoriasiform features,’
with lesions having more well-defined borders
with increased scaling and lichenification .

TREATMENT AND
MANAGEMENT METHODS

The treatment goals of AD remain the same
regardless of skin type. The goals are to prevent
and manage flares while working to repair and
improve the function of the skin barrier. Studies
have shown that skin barrier dysfunction is
the initial step in the development of AD.
Many factors impact skin barrier dysfunction,
including but not limited to immune
dysregulation, filaggrin mutations, deficiency
of antimicrobial peptides, and skin dysbiosis."
A compromise in skin barrier causes a loss of

Figure 1. Lichenification, seen here on the posterior neck, is a more common

presentation of atopic dermatitis in Black/African American individuals than in
European Americans
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moisture in the skin while allowing irritants and
allergens to enter the skin. Discussing proper
skincare is a fundamental step in the treatment
of AD, but one that is often overlooked in a busy
clinical practice. Studies have shown that the
number of topical corticosteroids (TCs) used can
be significantly reduced by proper skin hydration
through reqular and frequent use of unscented
emollients."

Managing exacerbations of AD depend on
the severity of the flare. For mild-moderate
flares, AD can often be treated with TCs,
topical calcineurin inhibitors (TCls), or
phosphodiesterase-4 (PDE4) inhibitor. It
is important to note that there is low risk
of adverse side effects when TCs are used
appropriately. Interestingly, the harm due
to undertreatment of AD is greater than the
potential for adverse side effects from T(s.™

Moderate-to-severe AD is often treated
with systemic immunomodulators and/or
phototherapy. These immunomodulators
include systemic corticosteroids, cyclosporine A,
methotrexate, azathioprine, and mycophenolate
mofetil. The International Eczema Council
(IEC) advises against the use of systemic
corticosteroids for routine management of AD.
Use of systemic corticosteroids should be limited
for certain circumstances, such as treatment
of an acute flare in need of immediate relief.”
Dupilumab, a monoclonal antibody that blocks
interleukin (IL)-4 and IL-13, is the only approved
biologic drug for inadequately controlled
moderate-severe AD. A recent study examining
the efficacy of dupilumab among various
racial subgroups (i.e., White, Asian, Black/
African Americans) showed that it is effective in
improving AD signs, symptoms, and quality of
life (QOL) irrespective of race.”

Patients with AD often report a lower QOL
than patients who have other chronic llnesses,

such as heart disease, diabetes, or hypertension.
This decreased QOL is even greater in those Figure 3. Atopic dermatitis has an increased tendancy to present as prurigo-like

Figure 2. Atopic dermatitis can present as lichenification and violaceous erythema in

skin of color (seen here on the dorsal side the hands of an African-American woman).

lesions (as pictured here) in Black/African-American people, compared to people of
other skin types.

who suffer with moderate-to-severe AD."
When choosing treatment options for patients
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Figure 4. Significant post-inflammatory hyper- or hypopigmentation is more

common in skin of color, as shown here in an East Asian patient who presented with
hyperpigmentation on the popliteal fossa from chronic, relapsing atopic dermatitis.

with AD, it is important to keep in mind that
AA populations have a more severe disease
course than EA. Therefore, AA patients might
require more aggressive early management to
minimize disease burden.

Another nuance when treating skin of color is
to understand the impact of post-inflammatory
pigmentary changes. Often when AD skin
lesions resolve, they can either leave post-
inflammatory hyper- or hypo-pigmentation
(PIH) (Figure 4). This dyspigmentation can
be as equally bothersome to patients as their
active AD lesions. When choosing treatments,
it is important to educate patients on potential
side effects (e.g., hypopigmentation with
chronic and/or inappropriate TCl use) and to
also develop a plan to manage PIH should it
occur.

SUMMARY

In summary, AD is the most common
chronicinflammatory skin disease. Its clinical
presentation varies based on skin color and
racial subgroup. Asian patients often present
with psoriasiform features. While treatment
and management goals remain the same,
AA patients may require earlier and more
aggressive treatment due to their propensity

for greater disease severity than EA patients.
Further research is needed to learn how AD
impacts other racial subgroups.
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